logic class. To test this hypothesis we calculated individual left-right crown size asymmetry values (d) for paired antimeres in 47 instances of trisomy G. Nineteen of these verified instances were in males and 28 were in females. For each tooth pair the RMS (root mean square) asymmetry value (ad) for the mesiodistal crown diameter was computed as previously described. (S. M. GARN, A. B. LEWIS, and R. KEREWSKY, Angle Ortho 36: [55] [56] [57] [58] [59] [60] [61] [62] 1966) . The sex-and tooth-specific values of RMS asymmetry in the subjects with trisomy G were then compared to the "normal" values, previously published.
As shown in the table, crown-size asymmetry of the permanent teeth in subjects with Down's syndrome systematically exceeds RMS bilateral asymmetry of normal subjects. This is true for all 14 teeth considered, and in both sexes, with an observed ratio of 28:0 as against the 14:14 or chance hypothesis. Furthermore, the magnitude of RMS asymmetry in these 47 subjects with trisomy G is close to twice that of the normal population. Class by class, the relative bilateral asymmetry in subjects with trisomy G is elevated for J2 as against I1, for M2 as against Ml and P2 as against Pp, but not for 12 against I1 or p2 against Pl. Accordingly, it is clear that bilateral RMS crown-size asymmetry is decidedly increased in trisomy 21, but without a disproportionate increase in the asymmetry of the more lateral tooth of each class. This latter observation is in accord with our previous finding that the pattern of tooth size reduction in trisomy G does not resemble that in simple hypodontia. 
